Human caspase-1, -4, and -5 and mouse caspase-11 and -12 constitute another group, the caspase-1 subfamily ( Figure 1A) . The in vitro substrate preferences of Caspases not only play an essential role during apoptotic cell death, but a subfamily of them-the inflammatory caspase-1, -4, and -5 have been determined using small peptides, and they were found to be similar. One precaspases-are associated with immune responses to microbial pathogens. Activation of inflammatory casferred sequence is WEHD (Garcia-Calvo et al., 1998). Although there is some evidence that these caspases pases, such as caspase-1 and caspase-5, occurs upon assembly of an intracellular complex, designated the can be involved in apoptosis, their prime function is the regulation of inflammatory processes; for this reason, inflammasome. This results in the cleavage and activation of the proinflammatory cytokines IL-1␤ and IL-18.
. The most IL-1␤ is its toxicity for neurons, and it may therefore be frequent mutation is R260W ( Figure 4B ). All these mutainvolved in acute neurodegeneration and stroke (Rothtions are found in exon 3 that encodes the NACHT and well et al., 1997).
NAD (NACHT-associated domain) motifs of NALP3 (Figure 4B) . It is noteworthy that Blau syndrome, which is Autoinflammatory Diseases:
an Caspase-1 (interleukin-1beta-converting enzyme) is inhibited by the masome complexes, it is currently unknown whether
